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Background IGH-DUX4: allelic specificity Evidence from 3D genome IGH@ patients
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subtype present in up to 7% of adolescents and young adults B-ALL. The translocation of DUX4 IGHD4-17
into IGH results in aberrant activation of DUX4 by hijacking the intronic IGH enhancer (Ep).

Question: Why does DUX4 translocate to the repressive |IGH allele?

investigated this in Nalm6 B-ALL cell line, using long-read (PacBio Iso-Seq method and 10X
Chromium WGS), short-read (lllumina total stranded RNA and WGS), epigenome (H3K27ac
ChiP-seq, ATAC-seq) and 3-D genome (Hi-C, H3K27ac HIChIP, Capture-C).
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